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Expression of Th17 Cells and Tregs in SCOPD and AECOPD
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Abstract; [ Objective] To investigate the expression of Th17 cells and Tregs in peripheral blood from the patients of stable
chronic obstructive pulmonary disease (SCOPD) and chronic obstructive pulmonary disease (AECOPD). [Methods] 28 patients of
AECOPD, 22 outpatients of SCOPD and 22 smoking healthy donors were recruited. Th17 cells and CD4 *CD25"* Tregs were
determined by flow cytometry. Concentrations of IL-17 and TGF-B in the sputum were detected by ELISA. [Results] Percentages of
peripheral Th17 cells (2.92 + 0.16% ) in AECOPD were significantly higher than those in SCOPD (1.25 + 0.14%, P < 0.001), Level
of IL-17 in sputum (82.33 + 17.38 ng/L) in AECOPD was significantly higher than those in SCOPD (12.64 + 2.74 ng/L, P<0.001).
Percentages of peripheral Treg cells (8.52 + 0.47%) in AECOPD were significantly lower than those in SCOPD (11.45 + 0.78%, P <
0.001). Remarkably negative correlations were seen between numbers of Th17 cells and Tregs in AECOPD (r = -0.723, P < 0.001)
and SCOPD (r = -0.647,P < 0.001). [Conclusions] Th17 response was dominated in AECOPD whereas Treg response was dominated
in SCOPD.
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Table 1 Subject characteristics and pulmonary function in AECOPD group, SCOPD group and control group

(xxs)

AECOP(n =28) SCOPD(n =22) Control (n =22) F P
Age/years 68 £ 6 69 £ 6 63+6 0.659 0.712
Smoking index 753 +298 816 + 387 653 + 267 9.675 <0.001
VFEVI/L 1.00 £ 0.17 1.16 £ 0.29 2.99 £ 0.44 674.9 <0.001
rFEV1/FVC/% 49+ 6 55+9 815 987.6 <0.001
PFEV1/pred/% 38+5 44 +6 107 £ 13 2021.3 <0.001

Vi : forced expiratory volume in one second;  rigyipve:ratio of Vi, against forced vital capacity (VEVC) ; Py gua: percent of forced expiratory

volume in one second in prediction.
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Table 2 Comparison of Th17, Treg cell and inflammation factor of 3 groups (xxs)
Group Th17/% Treg/% Sputum IL-17/(ng/L) Sputum TGF-B1/(ng/L) Th17/Treg/ %
AECOPD (n=28) 2.92+0.16">  8.52 +0.47Y% 82.33 + 17.38V% 1 453.20 + 205.34"? 39.33 £4.92%"?
SCOPD (n=22) 1.25x0.14 11.45 +£0.78% 12.64 +£2.74 769.04 + 54.21% 12.81 + 1.75%%
Control (n=22) 1.35+0.11 497 +0.24 422 +1.52 53.84 +11.24 27.69 +2.09%
H 42.80 42.51 28.18 49.00 29.66
P <0.001 < 0.001 <0.001 <0.001 <0.001

1) compared with stable COPD, P < 0.05; 2) compared with control, P < 0.05.
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